Alpha-l-antitrypsin deficiency is a hereditary disease leading to hepatitis and cirrhosis. It is the most common genetic cause of liver disease in children which must inherit the tendency from both parents to develop. It acquires the highest priority in the differential diagnosis in a child with chronic liver disease. In this case report we substantiate the role of serum protein electrophoresis, in diagnosing alpha-l-antitrypsin deficiency.
INTRODUCTION
Alpha-l-antitrypsin deficiency is an autosomal recessive disorder with an incidence of 1:3000-7000 of the PIZ genetic type (1) . There are more than seventy genetic variants. This disorder is characterized by reduced serum levels of alpha 1 antitrypsin, an antiprotease that provides the major defense for the lower respiratory tract against the ravages of neutrophil elastase, a powerful destructive protease. This results in emphysema. Either deficient or absent serum levels of alpha-1-antitrypsin are found in patients with early onset of emphysema. Decreased levels of this protein leads to damage, scarring and abnormal liver function. Fortunately, for reasons that are not understood, only 10-20% of the babies born with this deficiency have liver disease. Currently there is no treatment for this disease. However, certain complications can be avoided. Thus early detection of this dreadful and common disorder by serum protein electroAuthor for correspondence: Dr. Justin V G, at the above address phoresis in childhood by a simple technique will be of much use. Serum protein electrophoresis falls into this category of a simple and reliable test in diagnosing this disorder (2) . In our study an effort was made to use this technique in a suspected case of alpha -1 -antitrypsin deficiency.
CASE REPORT
A year old male child was referred from a local hospital with complaints of abdominal distention for 20 days, fever for 15 clays and swelling of both the legs for 3 days. He was also observed to develop bluish patches all over the body since eight days. The symptoms progressed gradually.
Five months earlier the child was admitted in a local hospital with episode of loose stools. As a routine investigation, chest x-ray was taken and later started on anti-tubercular therapy on a prophylactic basis. On examination bilateral pedal edema was present. Per abdomen examination revealed distended abdomen with positive fluid thrill. The investigations carried out are listed in Since E.S.R was low and mantoux being negative, antitubercular therapy was withdrawn and taking into consideration the increased prothrombin time, further investigations ( in table 2 and table 3 ) to evaluate the cause of ascitis were carried out. Thus a diagnosis of alpha -1-antitrypsin deficiency was established since alpha-l-antitrypsin constitutes the major part of the alpha 1 region in serum protein electrophor~.sis (4). 
Conclusion
Availability of gel electrophoretic methods has revealed finer details in the sub fractions of serum proteins. This enabled us to identify the disorder associated with alpha -1-antitrypsin" deficiency. At this stage techniques such as immunofixation, immunoprecipitation and typing of genetic variants by electrofocussing would be more appropriate (5) .
